Parturition in many animals, including the goat, is associated with elevated plasma concentrations of prostaglandin (PG) F (Thorburn, Nicol, Bassett, Shutt &Cox, 1972; Flint & Hillier, 1976; Thorburn, Challis & Currie, 1977) . Although concentrations of PGF in intrauterine tissues have not been measured in the goat, high tissue concentrations have been found at parturition in ruminants (Flint & Hillier, 1976; Thorburn et al., 1977) . Such data must be interpreted with caution because mani¬ pulation of tissue is a potent stimulus for the release of PGs (Piper & Vane, 1971) . By using a con¬ tinuous superfusion method (Mitchell & Flint, 1978) to overcome this problem we have determined the possible sources of, and changes in, PG production by intrauterine tissues from periparturient goats.
Materials and Methods
Nine pregnant goats were used. The day of marking by a billy was taken as Day 0 of pregnancy. Before induction of anaesthesia (with 0-5 g thiopentone) the goats were given 200 mg sodium meclofenamate intravenously to inhibit release of PG due to surgical trauma. Maternal, fetal and amniotic catheters were implanted by aseptic procedures (Challis, Dilley, Robinson & Thorburn, 1976) between 115 and 130 days of pregnancy and some cotyledons and membranes were excised. The cotyledons were separated into maternal and fetal components and these tissues were rapidly minced into small pieces and placed in the superfusion system described by Mitchell & Flint (1978) . After operation the animals were infused with sodium meclofenamate (0-5 g on Day 1, 0-3 g on Day 2 and 0-1 g on Day 3). Six animals aborted despite this treatment, but the other 3 goats were left a further 3 days before dexamethasone was infused into the fetuses at the rate of 0-5-1-0 mg/24 h. This treatment induced pre¬ mature parturition within 65,59 and 65 h and immediately after birth fetal cotyledons and membranes were taken for superfusion. The dams were not killed and so maternal cotyledonary tissue was not available.
In the superfusion system, any PGs released by the trauma of excision and manipulation were washed out before samples were obtained under steady state conditions for measurement of PG concentrations by radioimmunoassays previously described (Mitchell, Patrick, Robinson, Thorburn & Challis, 1976; Mitchell & Flint, 1978) . Extraction efficiencies ranged between 70 and 90% and buffer blank values were invariably <5 pg. Intra-assay coefficients of variation were 8-9% for PGE, 13-4% for PGF and 2-5 % for 13,14-dihydro-15-keto prostaglandin F.
The significance of the differences was calculated by the Wilcoxon Signed Rank Test for paired data and the Mann-Whitney Rank Sum Test for unpaired data.
Results
The results are shown in Table 1 . During late pregnancy PGE production by fetal cotyledons was significantly greater (P < 0-01) than that of maternal cotyledons, and the fetal cotyledons produced PGE and 13,14-dihydro-15-keto PGF in significantly greater quantities than PGF (P<001 and < 0-05 respectively). In addition, the membranes produced significantly more PGE than PGF (P < 0-02). Myometrial PG production in 2 animals before the onset of parturition was low (1-4 ng/g dry wt/min). After birth, PGF production by the fetal cotyledons was significantly increased ( < 0 1). Other differences between the groups were not statistically significant. (Mitchell & Flint, 1978) indicate that PGE in the fetal circulation is of placental origin. The trend for increased production of PGs by the fetal cotyledon and decreased production by the membranes at parturition implicates the fetal cotyledon rather than the membranes as the source of the increased plasma PG levels found at term (Thorburn et al., 1972) . However, the maternal cotyledon and the myometrium are other possibilities that require investigation.
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